Introduction
Central pontine myelinolysis (CPM) was first described in 1959 by Adams, Victor and Mancall as an area of non-inflammatory demyelination affecting the central part of the basis pontis, with relative sparing of the nerve cell bodies and axons, little or no astrocytic reaction, loss of oligodendrocytes and normal blood vessels. In 2 of their 4 patients, who were malnourished chronic alcoholics, the lesion had manifested itself clinically by a pseudobulbar palsy and quadriplegia.
This distinct pathological process always develops in association with other conditions, notably alcoholism, malnutrition and electrolyte disturbances (Goebel and Herman-Ben Zur, 1976 ; Messert et al., 1979; Wright, Laureno and Victor, 1979) . It may be associated with similar demyelinating lesions elsewhere in the brain (Tomlinson, Pierides and Bradley, 1976; Wright et al, 1979 ), Wernicke's encephalopathy (Goebel and HermanBen Zur, 1976) and Marchiafava-Bignami disease (Ghatak, Hadfield and Rosenblum, 1978) . A few cases have been described, in whom the diagnosis was made on clinical grounds and confirmed histologically (Paguirigan and Lefken, 1969; Wiederholt et al., 1977; Anderson et al., 1979; Messert et al., 1979) . In most cases, however, the lesion is small and clinically silent so that diagnosis is only reached at post-mortem.
The authors describe a young man with Hodgkin's lymphoma, who developed a syndrome and a pathological process compatible with CPM. This is the fifth reported case in the British literature (Adams, 1962; Tomlinson et al., 1976 (Adams et al., 1959; Tomlinson et al., 1976; Sima and Bradvik, 1976; Wright et al., 1979) . Extrapontine demyelinating lesions were not encountered in this patient and in fact have only been reported in a small number of cases with CPM (Wright et al., 1979) . (Adams, 1962; Tomlinson et al., 1976) and a further illustrated case appears in Greenfield's Neuropathology (Oppenheimer, 1976 (Vogel, 1978) simply did not exist. Although cerebral radiotherapy combined with chemotherapy has been reported to cause multi-focal necrotic lesions in the basis pontis (Breuer, Blank and Schoene, 1978) (Hildebrand, 1978) . The available electronmicroscopic evidence, however, does not support a viral infective pathogenesis for CPM, nor indeed an immunologically based destruction of oligodendrocytes; rather it points to the possibility of a toxic-metabolic cause, with associated electrolyte changes, resulting in oedema of the myelin sheaths with subsequent rupture and destruction (Powers and McKeever, 1976) .
Awareness of this clinico-pathological demyelinating disease may result in recognition of more cases and possibly elucidation of its pathogenesis and relationship to the various aetiological associations.
